6/60, and visual prognosis may also be' poor owing to macular oedema and optic nerve damage secondary to vascular insufficiency.
In most cases little or no improvement has been achieved by medical or surgical treatment. As the herpes group of viruses has been implicated,234'2I antiviral agents such as acyclovir and gancyclovir have been used in the acute phase,22 with limited success. The retinitis is reduced by these agents but the vitritis is unaffected, and there is still progression to retinal detachment. 3 A recent report has, however, documented a milder form of the condition, and the authors23 suggest that some cases may be subclinical, forming one end of a spectrum of disease. Case 6 below belongs to this category.
Case reports CASE I
Mrs M, a 65-year-old patient with susceptibility to upper and lower respiratory tract infections, underwent a lobectomy in 1985 for removal of a lung abscess and prior to surgery was diagnosed as having common variable hypogammaglobulinaemia. No specific treatment was given. In July 1987 she presented with chickenpox, which was treated with antibiotics (pivampicillin 500 mg once a day) and systemic steroids (prednisolone 5 mg once a day orally). Two weeks later she notice blurring of vision and haloes round lights. Visual acuities were RE 6/18 and LE 6/12. Immunoglobulins were administered intravenously three times a week. Three months later her vision had fallen to 6/60 and 6/18, and a diagnosis of viral retinitis was made. Treatment with topical steroids (dexamethasone eye drops 0-1% four times a day) was instituted, but her vision continued to deteriorate until April 1988, when intravenous acyclovir was begun (450 mg intravenously three times a day for two weeks), and a series of orbital floor steroid injections (beclomethasone 4 mg) were given.
On transfer to St Thomas's Hospital the visual acuities were 6/60 and counting fingers. Pupils were irregular, though responses were normal. No Ishihara plates were correctly identified, and examination of the visual fields showed reduced sensitivity, with patchy areas ofloss indicative of retinal dysfunction. There were a few cells in both anterior chambers, intraocular pressures were normal, and there was considerable vitreous debris and syneresis. In the right eye there was a dense posterior vitreous infiltrate, with a limited posterior vitreous detachment. In the periphery large confluent areas of white retina extended almost 3600, with patchy pigmentation extending from the peripheral necrosis to the pre-and postequatorial regions (Fig 1) . In the left eye there was a subtotal retinal detachment with no breaks apparent and several areas of subretinal fibrosis (Fig 2) .
The With evolution to the late phase the cloudy white, necrotic peripheral retinal areas regress, leaving sharply demarcated zones with mild pigmentary scarring (Fig 2) and increased vitreous debris.4 Visual acuity may rapidly worsen at this stage because of occlusion of vessels supplying the optic nerve head and central retina. Fibrous organisation of the vitreous may lead to traction retinal detachment. Rhegmatogenous detachment also occurs, the breaks usually being located at junctions between necrotic and normal retina (Fig 4) . Surgery is technically difficult, and even with a good anatomical result (as in case 1) the final visual outcome may be poor because of optic atrophy, macular pucker, and macular oedema.3422
From 1982 onwards reports have implicated the herpes group of viruses in ARN.'-2' Culbertson et at' examined an enucleated eye from a patient with ARN and confirmed histologically a retinal arteritis and eosinophilic intranuclear inclusions in the retinal cells consistent with herpes zoster retinitis.6 The sharp demarcation of affected retina was also confirmed histologically and is characteristic of cell to cell viral spread. Electron microscopy confirmed a herpes group virus, but specific serology was unhelpful. In 1986 Culbertson et at' examined two more enucleated eyes from patients with ARN. Immunocytopathologic techniques confirmed the presence of VZV, which was also cultured from vitreous. Further confirmation was given by DNA restriction enzyme analysis. When these newer techniques were applied to material from the original case, VZV was detected.3
Numerous reports have supported the claim that ARN is caused by VZV.3 '4 In 1986 Yeo The rarity of the disease makes a definitive approach to its management difficult. The diagnosis is essentially clinical, being suggested by retinal arteritis (which is an uncommon feature in uveitis in contrast to phlebitis) and the pathognomonic peripheral confluent retinal infiltration. The diagnosis should be supported by evidence of systemic infection, though this will be negative in most cases, and the appropriate analysis of intraocular specimens where these can be obtained. In the early stages intravenous acyclovir limits the retinal necrosis, and steroids reduce the ocular inflammation, though to what extent these improve the natural history of the condition is still unknown, as some cases, for example, case 6 and that of Matsuo et al,23 had a relatively benign and self limited course. Antiplatelet drugs have been given to some patients with the object of limiting the occlusive vasculitis, but this is an unproved treatment.
Retinal detachment occurred in three eyes. The causes were rhegmatogenous in two and traction in the third. In contrast to the other series no large breaks or giant tears were found. Han et al22 reported the effects of prophylactic laser photocoagulation to prevent detachment from retinal breaks at areas of demarcation between necrotic and normal retina in five patients. After 15 months of follow-up no retinal detachments had occurred. These patients were also treated concurrently with acyclovir, steroids, and antiplatelet agents, all of which may have influenced the outcome.
The possibility of ARN in any patient presenting with an anterior uveitis and particularly in those with a recent history of herpes simplex or zoster infections must always be considered. Thorough examination of the peripheral fundus should be carried out in all cases to look for the physical signs of ARN, so that early diagnosis may be achieved, followed by appropriate chemotherapy and monitoring.
